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8a~,~nd:  Al~pto~s is a mo0e of ce, de~h m wtUd~ ~ ce~s ~ 
defend m the midst ot I~ng tissue. Increased ~p~ess~n of apol~o~c ~s 
has been recently demonsba~ m/n wero models of I~T~,-~,~,:~s~mo~en~ 
(HC). ~ ,  the effect of HC on apoptos~s rato ~ v~o is stY1 u~mown. 
Memoc~- Pi0s were sao~,oed after ,;~-,s,,mmg eith~ a high-chok~mm~ 
diot f~r 10-16 wesks (n = 17) o~ normal dml (n = 9). Coronmy seclx~s were 
stained with hematoxylineosin a d elasllc van ~ and b~le inlmlaJ, media 
and advent~tla araa were n',oasufed by moq)hometnc analys~s. Apop~osis was 
evaluated by TUNEL staining. CO.~;~.;a; ~ with prop~um iodide, 
and trar-~s~on electron mCmsce~. 
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holesterotemic animals (65%). primary in the inlima (175 ± 58 cetls/mm 2) 
and adventlt~a ( 107 ± 51 cell~mm2 ). ~nth few ceUs detected in the media (5 
± 1 cells/mm 2). No apoptotio cells were present in the animal fed ~h normal 
diet. Different morphological stages of a.ooptosis were evident by confocal 
,~icroscopy and transmission electron m~o~scopy. 
Conc/us~on: This study demonstrates that experimental HC is character- 
ized by coronary apoptosis prior to lesion tonna~on, primary localized within 
the intima and adventitia layers of the vessel wall. This study suggests that 
apoptotic process may be important in':~e structural changes assodated with 
eady coronary atherosderosis. 
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